Otherwise chronic backache or a subcutaneous swelling causes the patient to seek medical attention. In two series 27% of patients had some degree of paraplegia at the time of presentation (Konstam & Blesovsky 1962 , Moula et al. 1981 .
There are various theories as to the cause of the paraplegia. These include spinal vessel thrombosis, gibbus formation secondary to destruction of the anterior part of the vertebral body, sequestra and debris compressing the cord and pressure on the cord from perispinal abscess. Konstam & Blesovsky (1962) established that there is no relationship between the angle of kyphosis and symptoms. They found that the paraplegia improved with the disappearance of perispinal abscesses in spite of the gibbus remaining.
Treatment ranges from radical excision of diseased vertebrae with bone grafting, to conservative treatment with chemotherapy only. Konstam & Blesovsky (1962) reserved surgery for 33 out of 207 patients. These were paraplegics who had not responded to chemotherapy after three months and had no abscesses, or who failed to improve after having had their abscesses drained. They recognized that chemotherapy alone caused the abscesses to resolve and the necrotic debris to be reabsorbed, but drainage of the abscess hastened both recovery and mobility.
These results are similar to those of Chahal & Jyoti (1980) who followed an aggressive surgical approach (Table 1) . Moula et al. (1981) reported that in a randomized trial of paraplegic patients, chemotherapy alone produced 68% complete and 19% partial neurological recovery; 13% failed to improve. By contrast, in the group treated with surgery and chemotherapy, only 38% had complete recovery, 31% had partial recovery and 31 % had none. The mortality rate was four times higher in the surgical group. Others report mortality rates from 8% to 38% with surgery (Hodgson et al. 1964 , Medical Research Council 1974 , 1976 .
Most patients respond to conservative medical treatment, and radical surgeryespecially in centres with scanty resourcesis neither without Iron overload is associated with significant morbidity and mortality. The increased total body iron results from iron absorption inappropriate to the level of body iron stores. The excessive iron is deposited in the parenchymal cells and results in functional insufficiency of the organs involved, mainly liver, pancreas, heart and pituitary. There is considerable disagreement whether excessive intake of oral iron for medicinal purposes can result in haemochromatosis. We report a 70-year-old woman with haemochromatosis who was on unsupervised oral iron for twenty years. Case report A 70-year-old, teetotal housewife presented with a history of weight loss and decreased appetite of three months' duration. She had taken ferrous sulphate 200 mg thrice daily since surgery for prolapsed uterus 20 years previously. The iron preparation was obtained over the counter at a chemist. Examination revealed a thin, frail, wasted woman with slaty complexion, and palmar erythema but no jaundice, spider naevi, clubbing, lymphadenopathy or oedema. An 11 cm hard, non-tender, knobbly liver was palpable but no bruit heard. There was no splenomegaly.
Investigations showed haemoglobin of 12.8 g/dl, white cell count 10.8 x 109/1, platelets 649 x 109/l and plasma viscosity 1.85 cP. Total bilirubin was 13 pmol/l, total proteins 70 g/l, albumin 32 g/l, alanine aminotransferase 40 iu/l, aspartate aminotransferase 33 iu/l, alkaline phosphatase 22.9 KA units/di, lactate dehydrogenase 557 iu/l, gammaglutamyl transpeptidase 161.9 iu/l. The serum alphafetoprotein was 4 kU/l. Serum iron 40 pmol/1, total iron binding capacity 45 pmol/l, transferrin saturation 88.8%, serum ferritin 8567 ng/ml and fasting blood sugar 4.8 mmol/l. Isotope liver scan showed an enlarged liver without focal defects and a slightly enlarged spleen. Microscopy of the liver biopsy was reported to show portal cirrhosis, with gross excess of stainable iron in the hepatocytes, Kupifer cells, septa and portal tracts. The appearances were suggestive of haemochromatosis (Grade IV) with cirrhosis ( Figure 1) .
Investigations of other family members are shown in Table 1 .
Discussion
Iron overload is seen in idiopathic haemochromatosis, sideroblastic anaemias and in patients with aplastic anaemia and thalassaemia on transfusion therapy and excessive parenteral iron. Normally iron metabolism is regulated mainly by iron absorption and the regulatory mechanism resides in the mucosal cells of the duodenum and jejunum. The quantity of iron absorbed varies between 0.5 mg daily in iron-repleted subjects to 4 mg daily in iron-deficient subjects (Powell 1979) . Powell suggests that iron overload may result if the iron load is sufficient to overcome this mucosal block (Powell 1979) . Halliday & Powell (1982) , in a review on haemochromatosis, are not convinced that the question whether haemochromatosis can result from large quantities of oral iron for prolonged periods has been resolved. There are 8 reported cases of haemochromatosis resulting from prolonged oral iron for medicinal purposes (Jandl et al. 1963 , Johnson 1968 .
Haemochromatosis is an inherited disorder but the mode of transmission is not clear (Edwards et al. 1982) . On the basis of laboratory indices for iron metabolism, Saddi & Feingold (1974) suggest that haemochromatosis is an autosomal k ...... (Edwards et al. 1982) . Analysis of thirteen studies of the frequency of HLA haplotypes in 461 unrelated patients with haemochromatosis and 7608 normal Caucasian subjects showed increased incidence of HLA-A3 -71% (control 28%), HLA-B7 -46% (control 28%), HLA-B14 -18% (control 6%), HLA-A3B7 -38% (control 6%) and HLA-A3B14 -16% (control 0.2%) (Edwards et al. 1982) .
Our patient had evidence of haemochromatosis without other family members being affected. She lacks the HLA haplotype associated with idiopathic haemochromatosis. Alcohol was not a factor and the only aetiological factor was the massive quantity (4.3 kg) of iron consumed over a period of 20 years. The daily consumption of 600 mg of ferrous sulphate (equal to 180 mg of elemental iron) far exceeds the quantity of iron required to overcome the mucosal block for iron absorption (Powell 1979 ). The very high ferritin level represents the large accumulation of tissue iron. We thus conclude that our patient developed haemochromatosis following prolonged excessive oral iron intake over 20 years.
It must be very rare, if not unknown, for someone to take iron tablets for such a long period. One wonders whether other elderly patients continue to take their iron tablets longer than is necessary. Iron preparations are available over the counter at chemists, and are considered as tonics by the general public; they are probably not mentioned to the doctor as 'drugs' being taken. Besides being aware of this possibility, doctors prescribing iron therapy should stress that iron tablets taken for more than three months are unlikely to be of benefit unless irremediable chronic blood loss or malabsorption are known reasons for prescribing iron preparations.
